Red blood cell (RUC) peroxide catabolism, vla the synery,~sllc action of catalase and the glutatlllone rccycllng sy:jtesl (glutathione peroxidase and reductase), helps protect Lhe lung against oxygen toxicity (Am Rev Hesp Dis 1989;140:531). Uslng serial changes In reduced (CSH) and oxidized (GSSG) f:lutaLtllone as a marker, the abillty of RUCs to deal with a hydrogen peroxide (11.0 ) load was compared in vitro in preterm (n=8) and tr:ri~t (n=9) ba6igs and adults (n=10). Incubation of HBCs wlth li 0 caoscd a rapid depletion of GSH and increase of GSSG, followgd2by a recovery of GSH and fall of GSSG to initial values. A I:rcat<:r CSll depletion produced a slower GSH recovery time (r=-0.79, pcO.001). Neonatal RBCs showcd significantly less depletion and qu~cker recovery of GSli than those of adults (p<0.001). Partial inhibition of H 0 catabolism by catalase irlactivatlon produced 50% loss of int?a$ellular glutathione and slower CSH recovery (p<3.005) in a11 subjects, but recovery rernalned qu~ckcr in the babies (p<0.01). There was a positive correlation between gestational age and recovery time (r=O.G8, pc0.02 findings of incrci~scd circulating platelet aggregates and short platelet 1ifespan.su~gesting platelet activation.We studied the expression of tlle pldLelet selectin CM1'-140 on 111tact cells from tl~nlassemic pnLicnta,.~s a may ker of platelet activation.llood was collected in plut.~rnldel~yde solutio~~ from LO children and from LO llealtl~ adult dor~ors.l'latelets were isolated and the expression of CMP-140 was measured by flow-cytometry,using the monoclonal antibody C1.B-Tt~rosh. 16. 0 111 B 4) to n e w h pigleis in intravenous infusion in doses 0.1 pgkg b w h (Oroup n4) and 1.0 pgkg b w h n=6) h u g h 4 hours. 6 animals wae giver 0.9% NPCL, and srved as conlrols w. lbe physiological parameters WR. MABP. CVP, body-lunperarure. blood gases and xid-barn slate) werc monitorized continuously. Using 1% NaF as BBB permeability h e r exlnvwion was observed in Gmup 1 (128.3fi7.7 min & r the slm of infusion). and in Group 11 (177.3i28.3 min. N.S. vs. Group I ) . Brain NaF uptake was higher in Gmup 1 (2.1iO.4 pgNaFxmg" prnlein&?NaFx)t' serum). than in Grwp 11 (1.4tO.5 pgNaFxmg" prote~gNaFxpI.' serum. N.S.
Thromboembolic events,which are associated with significant morbi dity and mortality,occur inT) thalassemia major paticnts.Eldor et al.(Am.J.tlemilt.32:94,1989)reported findings of incrci~scd circulating platelet aggregates and short platelet 1ifespan.su~gesting platelet activation.We studied the expression of tlle pldLelet selectin CM1'-140 on 111tact cells from tl~nlassemic pnLicnta,.~s a may ker of platelet activation.llood was collected in plut.~rnldel~yde solutio~~ from LO children and from LO llealtl~ adult dor~ors.l'latelets were isolated and the expression of CMP-140 was measured by flow-cytometry,using the monoclonal antibody C1.B-Tt~rosh. 16.FI1e mean of positive cells was 18 f 6 vs 5 2 (Wilcoxon test:p c0.01) Our study indicates that in fact platelets are activated in vivo in children affected with thalassenlia major.
TUMOR NECROSIS FACTOR al ,ha 'I'NV-al of Pediatrics. University of Svged /Hungary/ and %baingen /Germany/ Cercbnl complications like brain edema, bleeding, thrombosis, etc. are ve~y frequent in the course of neonad bacterial infeflions. W e investigabl in vivo the restions of pial vessels by fluorescence nwcmscope giving LPS (E.coli 0 111 B 4) to n e w h pigleis in intravenous infusion in doses 0.1 pgkg b w h (Oroup n4) and 1.0 pgkg b w h n=6) h u g h 4 hours. 6 animals wae giver 0.9% NPCL, and srved as conlrols w. lbe physiological parameters WR. MABP. CVP, body-lunperarure. blood gases and xid-barn slate) werc monitorized continuously. Using 1% NaF as BBB permeability h e r exlnvwion was observed in Gmup 1 (128.3fi7.7 min & r the slm of infusion). and in Group 11 (177.3i28.3 min. N.S. vs. Group I ) . Brain NaF uptake was higher in Gmup 1 (2.1iO.4 pgNaFxmg" prnlein&?NaFx)t' serum). than in Grwp 11 (1.4tO.5 pgNaFxmg" prote~gNaFxpI.' serum. N.S.
vs. Gmup I) and was nondeleclable in Gmup UI. Continuous adminismion of both doses of LPS pmduced hyperdynamic s W with increased cardiac output (180% of baseline) and signifcanlly decreased lung-Iholilx compliance (80% of inilial value) at the time of BBBopening. During endotoxin infusion WBC-CMYIU in sera of kiwi gnups elevated gradually;
Uley reached an appmxilnately 2-fold increase when NaF exvavasation occurred, and an almost 7-fold increase 2 hours afler the end of the infusions. Al this time a modem metabolic acidosis and plmytosis was lound in Group 1 (18Wt431 cell.+ CSR and in Gmup 11 (345i79 celLsip1 CSF, pc0.01). All I I K parmten nudied wen withsn m a 1 m\gc in G m p 111. 11 i s concluded, that LPS given in similar doses as found frequently in plauna fmm septic newborns opens the BBB for NaF in pigleu. 'These brain micrrrkcuklory disturbances were xcompanied with signifxanl leuuxylosis and plweymis augmented them. Elastsse ( 6 ) released from neutrophils during phsgocytosis is rapidly bound and inactivated by al-proteinase inhibitor. As previously shown, the complex is a sensitive and rapidly responsive indicator of neonatal sepsis using a timeconsuming ELISA method ( J . Pediatr. 1986, 3:987) . In this 3 center prospective study we measured E with s rapid assay (IMACElastase, Merck; 15 min) and compared it with immature/total neutrophila (I/T) and C-reactive protein (CRP) in infants wlth suspected infection. Normal IMAC-E values (n=319) were obtained from 125 controls (upper limits: day 0-2, 130 Pg/l; day 3~5 , 95 Pg/l; day 6-28, 65 Pg/l). An additional 252 neonates of diverse birth weights and gestational ages were evaluated for infection. Sepsis was proved in 10 and pneumonia (positive tracheal aspirate culture and x-ray) in 23.
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Se *Values derived from infected (sepsis/pneumonia) vs. non-infected IMAC-E is a useful adjunct in diagnosing neonatal infection, but combining E with I/T and/or CRP markedly increases PPV.
ELEVATION OF PROSTAGLANDIN LEVELS IN PREGNANCIES COM-PLICATED BY PREMATURE RUPTURE OF THE MEMBRANES (PROH)
112 Peter J Thompson, Anne Greenough, Kypros H ~icolaides', ndre' ~o~e z -~e r n a l * -Depts of Child Health and 'Obstetrics, King's College Hospital, London and *~e~t of Obstetrics, John Radcliffe Hospital, Oxford, UK Paired maternal and fetal prostaglandin levels were estimated in patients with pregnancies complicated by premature rupture of the membranes (PROM). Their results were compared to those of controls who had pregnancies with intact membranes. Fetal samples vere obtained by cordocentesis, no patient was in labour at the time of cordocentesis. No control pregnancy was complicated by oligohydramnios or infection and none of the fetuses had renal disease. Prostaglandin levels were assessed by estimation of PGEM levels. Nine patients with PROM were recruited, cordocentesis was performed at a median of 4 days following PROM and at a median of 28 weeks gestational age. 12 controls vere recruited, median gestational age at cordocentesis 27 weeks. Maternal PGEM levels were higher in the PROM patients (mean 348pglml) than the controls (mean 262 pgfml), (95% confidence intervals 2.0 to 172). p<0.05. Fetal PGEM levels vere also higher in the PROM patients (mean 349 pglml) than the controls (mean 216 pglml), (95% confidence intervals 41 to 224), p<0.01. We conclude prostaglandin levels are elevated in pregnancies complicated by premature rupture of the membranes.
